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Changes of the levels of blood lactate and the indexes of myocardial enzymes,oxidative stress,neurological
function in patients with craniocerebral injury complicated with cerebrocardiac syndrome

SHI Yong,XU Hui,DENG Sigao, YANG Heng, AMU Yuebu,SHAMA Laluo

( Department of Neurosurgery ,the Second People's Hospital of Liangshan Yi Autonomous Prefecture , Liangshan 615000, Sichuan
Province ,China)

Abstract: Objective To investigate the changes and clinical significance of the levels of blood lactate and the indexes
of myocardial enzymes ,oxidative stress ,neurological function in patients with craniocerebral injury complicated with cerebrocar-
diac syndrome. Methods Fifty patients with craniocerebral injury complicated with cerebrocardiac syndrome admitted to the
Second People’s Hospital of Liangshan Yi Autonomous Prefecture from January 2017 to December 2018 were selected as the
observation group,and 50 craniocerebral injury patients without cerebrocardiac syndrome were selected as the control group.
The levels of lactate in arterial blood were measured by i-STAT portable hematology analyzer,and the levels of serum lactate
dehydrogenase ( LDH) , a-acidohydrogenase ( a-HBDH) and cardiac troponin I (c¢Tnl) in were measured by automatic
biochemical analyzer. The levels of serum malondialdehyde ( MDA ), superoxide dismutase ( SOD ), heme oxygenase-1
(HO-1) ,brain natriuretic peptide (BNP) ,GFAP,¢lial fibrillary acidic protein ( GFAP) and neuron-specific enolase ( NSE)
were detected by enzyme linked immunosorbent assay. Results The level of arterial blood lactic acid in the observation group
was significantly higher than that in the control group (#=32.625,P <0.05). The levels of serum LDH, a-HBDH, cTnl and
BNP in the observation group were significantly higher than those in the control group (7 =38.361,4.702,29.960,38.175;P <
0.05). There was no significant difference in serum MDA ,SOD and HO-1 levels between the two groups (¢ =1.871,1.063,
1.511;P>0.05). The levels of serum GFAP and NSE in the observation group were significantly higher than those in the
control group (¢ =21.893,38.206;P <0.05). Conclusion The levels of blood lactic acid, myocardial enzymes and nerve
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function indexes in patients with craniocerebral injury complicated with cerebrocardiac syndrome are increased;and the detec-

tion of these indexes is helpful to the diagnosis of secondary craniocerebral syndrome after craniocerebral injury.
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Tab.1 Comparison of the levels of serum LDH,«-HBDH and cTnl between the two groups

craniocerebral injury ; cerebrocardiac syndrome ; lactate ; myocardial enzyme ;glial fibrillary acidic protein;
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Tab.2 Comparison of the levels of serum MDA, SOD and

HO-1 between the two groups (x£s)
21 5 n MDA/ (pmol - L=') SOD/(U - L.°') HO-1/(U-L7")
XTHEZH 50 14.77 £0.42 57.92 £0.81 44.05 £1.00
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t 1.871 1.063 1.511

P >0. 05 >0.05 >0.05
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Tab.3 Comparison of the levels of serum GFAP and NSE

between the two groups (xxs)
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